Background: Interleukin-6 (IL-6) and C reactive protein (CRP) are frequently detectable in amniotic fluid (AF). While CRP seems to be excreted by the fetal kidneys and probably by the lungs, IL-6 is an inflammatory cytokine produced by activated macrophages and lymphocytes which gain access to the amniotic cavity during intrauterine infection. IL-6 and other proinflammatory cytokines are also found in bronchoalveolar lavage of ventilated infants and in the urine of children with urinary tract infection. However, no information is available on the urinary IL-6 (uIL-6) content of neonates.
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Background: C reactive protein (CRP) has been found in amniotic fluid (AF) and fetal urine. Elevated levels of AF-CRP have been associated with preterm birth and neonatal infection. Increased AF-CRP levels have been found at the time of genetic amniocentesis in cases which developed preeclampsia later in gestation. The aim of this study was to explore whether small for gestational age neonates (SGA) excrete more CRP.
Methods: Consecutive newborns admitted to the NICU were included in the study. SGA was defined as a birth weight below the 10th percentile. SGA neonates exposed to placental insufficiency leading to intrauterine growth restriction (IUGR), defined as abdominal circumference below the 5th percentile at prenatal sonography, were analysed separately. Each SGA/IUGR infant was matched for gestational age to an appropriate for gestational age (AGA) neonate. Neonates with infectious morbidity at delivery were excluded. Urine samples were obtained in the first week of life using sterile cotton flock. After centrifugation of the flock, CRP was collected in sterile tubes and sent immediately to the laboratory. Urinary CRP was measured with a commercially available ELISA kit. The sensitivity of the assay was below 10%. The urinary CRP values were normalized for the urinary creatinine content of every single probe. Spearman rank correlation and Mann Whitney test were used for statistical purposes.
Results: Urinary CRP was measured in 21 SGA and 21 control infants. Clinical and laboratory results are presented in the table.
Serum CRP values were below the detection limit (Ͻ3mg/l) in 66.7% (14/21) and 76.2% (16/21) of cases and controls, respectively. Including only IUGR infants in the analysis, the difference in urinary CRP between cases and controls [92.1 (2-544.9) vs. 3.1 (0.2-114.5); pϽ0.05] remained statistically significant.
Conclusion: SGA and IUGR infants excrete in the urine more CRP than AGA infants. This difference may be explained either by a prerenal mechanisms due to hypoperfusion during placental insufficiency or increased stimulation of renal CRP production by circulating pro-inflammatory cytokines.
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Background: Advances in diagnostic testing and surgical techniques have resulted in reduced mortality in neonates with congenital heart disease (CHD) and a major concern for neurological morbidity in the presence of preoperative neurological injury. Objectives: To determine the incidence and nature of preoperative cerebral abnormalities in neonates with CHD and to examine the relationship between cerebral abnormalities and the type of CHD. Methods. Retrospective study. Inclusion-criteria: 1) Neonates with CHD admitted to the NICU over a 3-year period, 2) Gestational age Ͼ35 weeks, 3) Documented preoperative cranial ultrasound available. Exclusion-criteria: 1) Small For Gestational Age, 2) Other congenital anomalies and/or chromosomal abnormalities, 3) Congenital TORCH infection. Cranial ultrasounds (CUS) were reviewed without knowledge of the cardiac defect. CHD were categorized.
Results: Fifty-one of 109 neonates with CHD met the inclusion criteria. Twenty-one patients (41%) had abnormalities on CUS. Thirteen of these (25%) had widened ventricular and/or subarachnoid spaces, 3 (6%) lenticulostriate vasculopathy, 1 (2%) calcification in the basal nuclei, and 4 (8%) neonates had acute ischemic changes. Cerebral abnormalities were found more frequently in patients with coarctation or hypoplastic left heart syndrome (HLHS) than transposition of the great arteries (TGA) (63% versus 14%).
Conclusions: There is a high incidence of preoperative cerebral ultrasound abnormalities in neonates with CHD. In preterm infants with respiratory distress syndrome (RDS), early activation of circulating phagocytes is present as a sign of systemic inflammation. Phagocytes interact closely with lymphocytes. The role of lymphocytes in the pathogenesis in RDS is unclear. The aim of this study was to evaluate lymphocyte subsets and their activation during the first postnatal week in preterm infants with and without RDS .
ACTIVATION OF CIRCULATING CD4؉ T-CELLS IN PRETERM INFANTS WITH RDS
Methods: Peripheral blood samples from 58 preterm infants [gestational age (GA) 27.3(26.3-29.4) wks; birth weight (BW) 930(733-1200)g] were taken on postnatal days 1, 3 and 7 (d1, d3, and d7). T-lymphocyte subpopulations (CD4ϩ, CD8ϩ and NK-cells) and proportions of T-cells expressing activation marker CD54 (ICAM-1) were analyzed by flow cytometry using fluorescent antibodies. Infants who had increased C-reactive protein levels (Ͻ20mg/L) were excluded from the analysis (Nϭ10) to control activation of lymphocytes due to infection. The remaining infants were assigned to two groups according to whether they had RDS or not. The results are given as absolute cell counts (10E9/L) and proportions of CD54ϩCD4ϩ cells of CD4ϩT-lymphocytes (%), in medians (quartiles).
Results: 25 infants had RDS )wks, BW 860(700 -1060)g], and 23 infants had not [GA 32.7(30.6 -33.9)wks, BW 1500 (1380 -1990 )g]. Infants with RDS had significantly lower GA and BW than those without RDS, both pϽ0.001. Infants with RDS had significantly lower blood T-lymphocyte count on d3 than did infants without RDS (pϭ0.028). Compared with infants without RDS, infants with RDS had lower CD4ϩT-cell counts on d3 (pϭ0.034) and CD8ϩT-cell counts on d1 (pϭ0.036) and on d3, although not statistically significant (pϭ0.067). In infants with RDS on d1, d3, and d7, a greater proportion CD4ϩ T-cells was CD54-positive than in infants without RDS [d1: 4.3(1.4 -10.0) vs. 2.1(0.8 -2.8), pϭ0.001; d3: 4.0(1.4 -13.0) vs 1.8(0.8 -3.0)%, pϭ0.009; d7: 5.4(2.6 -9.9) vs 2.5(1.7-3.9), pϭ0.014]. There was no correlation between gestational age and proportions of CD4ϩCD54ϩ-cells.
Conclusion: In preterm infants with RDS, the absolute numbers of circulating T-cells are low and the peripheral blood CD4ϩ T-lymphocytes have more active immuophenotype than in infants without RDS. These results indicate an activation of circulating lymphocytes in RDS. The significance of T-cell activation in the inflammatory process related to RDS and development of chronic complications, such as bronchopulmonary dysplasia, remains to be elucidated.
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